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R ZK+EH, R 714 F% (non-alcoholic fatty liver disease, NAFLD) B A B H W18
MR, 2RBRBELHABFENFER25%, HRWERRFLE LA, RERPERAFLTAENB. EERK,
Z W RV EE A SNAFLDY B X R & Y], NAFLD. 1BH:AF 4. FFEL R IR SR B WEER
FRENGERER R, WRATHFIESE T BMERFENAFLDY KIS AR RIEH . MERERRAR. 4
M RE MG AR R E R, 5 EEEMEMm, FAERIEENFRIE, 22k
RAERNL, TR H—PINEGEREE RS RERN, HIEE BB EENAFLDK R4 .
KRB AT E SR, W RERIRTT X TBHNAFLD ff 37 SRS o BRI 1 2 32 3 B2 M i B B8 14 £ 5 6F NAFLD
MR PN KI8T VE—4RiR .
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Abstract

Over the past four decades, non-alcoholic fatty liver disease (NAFLD) has become the most common
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chronic liver disease, with a global prevalence of approximately 25% of the adult population, and its
incidence continues to rise, making it a major public health NAFLD has become the most common
chronic liver disease. In recent years, several studies have demonstrated the close relationship be-
tween intestinal flora and NAFLD. Patients with NAFLD, chronic hepatitis, cirrhosis and hepatocellu-
lar carcinoma, and other liver diseases have varying degrees of intestinal dysbiosis, and preclinical
studies have confirmed the potential causal role of intestinal flora in NAFLD. Imbalance in the com-
position and structure of intestinal flora affects the intestinal mucosal barrier and intestinal metab-
olites, causing an increase in intestinal permeability, generating intestinal endotoxemia, which in
turn promotes hepatic inflammatory response, and hepatic injury further exacerbates intestinal per-
meability and systemic inflammatory response, resulting in the formation of a vicious circle that pro-
motes the onset and development of NAFLD. Thus, intervention of intestinal flora may be a new strat-
egy for the treatment and prevention of NAFLD. Therefore, this article mainly reviews the pathogen-
esis and treatment of NAFLD from the perspective of intestinal flora.
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1. 518

ARG 11 1 7 A P A 8 A 2 AR B T TR TR S R AR S AR S i R VI, DU 4 i
RANGIRDTUAR NS Ry 3 B8 BRARA () — P 1 S5, 4 HL A adk R 08 5 0 4 S ali it g D 8 1k dF
A 14 I 7 P4 B %8 (non-alco- holic steatohepatitis, NASH), 52158 i JH (1700 , 60 F5 B HH 21 4 A0 Fn R £
B4R G U A g | TSR AN T [1]-[4], BRIFAEAR DG FE AE S, NAFLD &880 1 2 Z4F% R (T2DM)
o I A B IS XU [1]-[6] o BRAEA SR, I BRI, RAE B BE R IhRERiIR . A0
NEFFMENR M E R AL R 3 LA [ A S e R 15 i il 33 NAFLD R AR [7]-[12] i B i 2 AR
WVIAE S IpT 3 Je A AN T B R, T8 T A SR A T DUIE I R e Y B T R e R L SRRSO R AFAR
W40 6 5 g 10 2 (short chain fatty acids, SCFA)FI2E 7=, JHYTER(Bile acids, Bas)fR it 45 £ Mg 122 5 I IE
e BAR SR 98 G e IRV, e Z&AiE it NAFLD & 2E R Re[13] . il g B 2 FLAR S P~ ml Jd o 1] ik
HENRFIR, S1E P A SSRE SN, 5200 R AR5 B AR BRI R o AR SOKG 25 i MU 38 1 B FC) 3 JE A 45 NAFLD
(RAH SR AR AL SR 97 25 BRI e gk e, Il Jlp 1 T A R 1576897 NAFLD 2500t R iRt 2% .

2. BEEES NAFLD

NP E A E RS ER . SRR SR, A TE A 2 H A
B A AW T BT B A RS A E) P JE A B ASDLA B TR0 BE B [ 1 O 8 A A R 3 5
TR . PORBZEY) . A . RN E[14], BiEREEE 2508 MRl JOE &
G S N5 2 A D5 T M N AR RE[15] [16]. WTFURBL, T8 B 2R AE NAFLD o ik A il % ok
SEAOIE A o BT 32 2O T R RKIE L BT, 10 M - FF b P e A A PR AR LA A R LRI [17] —
Ji, PR AR AR VEYD I, AR RN 0> 1 AT UG B T I E WA A A
— 5T, MR A P Y RT DA [ R OR A BE NP, BT E A ZhBE - 42 NAFLD B,
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o3 A AR SR R R S b R B I RO BB AR B RL A A, (R A B0 11 e P B 3 TR I D R AN FEIE S 2
Bt NAFLD 00 i) JOME IS RE AN IR HERR[18] [19], tbAh, HiFRHAERIZIRE I, H ol AW PE i
AegAs, BHIE T IEES RGN, (2t NAFLD 2 R HBIENE A

Jo i A (0 2 AR PEAE AR N SRAR RS T AP B EAE ], BUR AT a-ZHEEIEH 5 200 LR
By 2 ARPUATK[20] Stuart Astbury 55 NI, ARTERS PR DT VE AT 28 (NASH) B H 1) a- 2 FEPERUR,  FHELL
BHEN a-ZFEVERE— PR [21]. Z2TUFFTRY], NAFLD S iAF s A, BT TRRR AR 13, %
BRTA S FET T o A SEERTA R (RS S LR N R [22]-[24] 0 WIE TR BFALAE NAFLD IR B R A 1 4%
{1, Nicolas Lanthier %5 A ) — T 58 A BL[25]: B IR 0T UOARANET 440 AT 46, B SO B RO = 2 S5t 25 P 1K
BE— B ERAEF A TR, KA G5B R PT RE R AT 4R BRI B A — TUEE RS 110 BACIAR 5C
PERRIT R FEUESE[22]: KR AR B -5 MR A PR AR SEIE OBV PEAH G, TR IRA 1 - W RE 54
YEACAIRSENE JAETEVEAR K o

3. BEEFHBHIS
3.1. FEIRRRER

AR BT b - AU . B R e PR A, & BB A ANF ThRE, AHEAER, JLF4E
R TERRAS[26]. WHICES SRR, Wb IiRemc®, O B, FUEEYD . AWt 2 5l % e beAH B4R H
PRI, TR S B SR BR (LR NAFLD) R AE[18] [27].

BTN, PREFRRE Ll (4 i TE AR Y T R 0k e R G R B A, I 5 R = A 470 1 o
e LB R YRR 4R 18 B 5 (1 5 BE PR [28] o W TE T AR WD BELE B I A v 7 A D R T 7 I T U
TEGEETREZAR IR 3 HIRI SRR, B 1L-18 [R143WA[29], 5 B b 2 P %ot 4 B A e i S
[30], ARkt e e b () se B M . X R TE AR P 5 W TE A 2 3 AR .

kA, O W FUIE A Bas 7E4E 48 B I B5F i Dh e Hh A A il ZAIIE - Bas 1R NS 50 7R 25 FXR
H1 TGRS #i#h Bas 5244 AH FLAE AR, 7E4EHREI R 57 R M FR A8 vh R ¥ S ZEE A [31] . FFWEF=2E 1 Bas
AL AR T T8 bR 2 = A 70 BT DR S5 00 T 20 ol A 1) 4 R A o B0 B AR K BIE T . Ak, BAS
RT3 I AR A R v G R LR T s e T A [32] . REAT A TR B, RENG AR R rT DA gt )R BE
5 HOURT T 11 AR B A I A 30 s 5 I 3 7K A (bilesalthydrrolase, BSH) P2 1 14 2E < ok B0 iz T 17l
VIR R [33] . EF BRI SR, Bas AIMUSAAZ 2 A FXR ¥ 3 iE Ry IR R0k, JRiE IS sA
A 4T R 1) 4 o AR K AN BB 55 [34] R AT 440 it A K [R1-F- 19 (fibroblast growth factor 19, FGF19)
Al B FXR W42 HAE 718 T 3R IA , FXR-FGF19 il 30 i Yk 52 154 14 Bas P2 K 1 15 i S 2E A RF[35] -
J A T A T DL g A B 22 R AL SR T Bas & BONIZ H, HE— B 5400 Bas /S0 AL L WA
A SR, T BB A B AT AT . BB E AR PR Y BSH TGS IE FXR Hibt
71 £F-fi%-5- 5 IE R (tauro-g-muricholicacid, T-BMCA) 3%, M i~ Bas 1Ci5[36].

76 NAFLD &, el ge s iR m e sk sk Mah IBeis, 60 nl e kb ARV 2 (Bas) HEit
BRAS, KLU DR] B A I TE 4 B R SR>, SR LR, RASBOMERERE S PR, TR
Bh AT T TSNS BOUR BN IR SR AR A (v A RN BRI 1 2 5 B0 0 B R (B3
RUA) [37]. 4N, REREEE NAFLD 535 i 4 B 422 (I M 1l 3 B3 0 n, JFRBUH B BN & R
MAE[38]. Al FEN7E W B R IAR, SCFA ApEb, HiEH TNF-a. IL-18 FI&EEE LI, T
TR B o Tl BERE R R PR AR I IR RS B R AL, BRI ERZ[39]. IR &
FERNIR A IS S B 1 [40] o T8 BB R  BUM RIS AE W) bR B S2 45, o o8 W e i 1 B 4 B 9 I B
3t NAFLD #E .
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3.2. BARHZEFRFEEHELS FERX

1R 5 52 44 (PRRs) IR 5197 TR AR FH 6 20 7152 30 (PAMPS) A 32 353 41 41 Fp R 453475 4H 2% 23 745 X (DAMPS)
B S IO e R M RO M G2 IR & U7 1989 AEHHIR[41]. PAMPs & & 2 AMIE L A E 20 r= 4, 11 4n
JIE 22 BE(LPS) ik BB 05 (PGN) . 21 DNA F% 75 XU RNA (dsRNA), 2 54 945 77 1 5 B4 155 79 . DAMPs
T2 BORIE T 52 B A B AR SE AN MRS B IR PE =, ARG R RE A A [42] o Pl A R T ARG
WA RE I BRI, LA A2 e PAMPs Gl I i - FFOEPAEE N IMLR,  feE FFAE 5473, 17 JFF400 i 52 453 2E 1) DAMPs
WBENEIR, N A, Wi PRRs SRINIEIA LIRS 41 1) PAMPs I DAMPs PAX i/ 44
AR [43] [44]. AWFFL 5% NAFLD B A s R & 15510 NASH /N BT FF AV A Al s A i, 45
TR I S 06 2H 4 13 LR LPS AJRE R T (IL-1, 1L-6, TNF-a)/K T 14 1 T 1E % X R 2 [45]. iRk
AN 2 B i T8 B AT, 3 — D AT i 18 R B e B MR N i T I R R, (R R AE B R ) g 2 b
(lipopolysaccharide, LPS). 2. & — F i &5 @it [ 18 ke AR, el JFE U 98 RE FRAC i S 5 [46], B REAR
g FRAERTIE R AR 2, SETFRG, 7742 DAMPs # PRRs iR, PLEGE RMEESESE S TIHNS
JFEAE 9 05E, {23 NFALD 1)K JE[43]

H AT 2 KRR R 524K 3 B4 6 F[47] [48]: TLRs. C HUkE#E AL 52 14K (C-type lectin-like recep-
tors, CLRs). NLRs. 4 Fgif 53k K #5214 (retinoic acid inducible gene I-like receptors, RLRs). AIM2 F£52
14 (absent in melanoma 2-like receptors, ALRs) 3 & # 1R - BRE R & 1kl (cyclic GMP-AMP synthase, CGAS).
55138 W R AT S A0 I B ORI PRRs 2252 TLRs Al NLRs, A3CH H A 411X B i PRRs.

3.2.1. TLRs

SRR 2 (UEYE R B TLRs 5 NAFLD i J& 2 [AfF/E KRBk, 124 M1k, CIEMIASYh%E 7 13 #
hEett TLRs, 78 A% T 10 Fo &) TLRs (TLR1~TLR10) [49]. PAMPs (LPS. & H. B¥EMZER
SE)VATEOE TLRs (5 575, N G 9% 41 M ™= A 280RE IR 1 AL 7> 7 [50] [51]. TLRs 15 546 3 K fifi |
S L7 (MyD88) ik ifi P45 5% T i A MyD88 AR It (5 5 4% il ik . 7 Myd88 Wik, &
SHMMEAZ G, bR TLR3 4k, BT TLRs B ¥id@id MyD88 # S5, SR RN, T3 NF-
xB (nuclear factor kappa-B)if{t., 52 2 Fi i 4 40 B X110 72 A, AdE IR R B IR £--o (TNF-0)) £ 1 41 A
% 6 (IL-6) [52]. £ MyD88 JEMK#i (5 5% Fik 44, TLR3. TLR4 #1 TLR5 fH & Toll/IL-1R £5#)
BT 5T IFN-B (TRIF/VE RBUE RN T R IHE 5, X WM TRIF M6 E2[49] [53]. TRIF
X TNF 328 FH K 7 3 (TRAR) IS EHEAEH . — B4, TRAF3 545 IKK MHICHIES, TRAF X
R AR IR NF-xB 456 TBE(TBKL) AT IKKI LS SRR MR T 3 (IRFI)BUE. R G2
AMIZ, HEMROE TR (FN)IE SRR R, FEREAIEN TR TRIF tA] DU TRAF6 45
B EEA S TRAF6. S8 5 TRAF6 LLZELT MyD88 1k #i it i& 42 1 5 s IBOE B Ak A8 KK 7 p-id AL i
1(TAKL), HZ&HEIE NF-xB FiE S 2 P40 i A 1 .

HWFFiFR TLR1, TLR2. TLR4. TLR5. TLR9 5 NAFLD KA Kk &% AR [54] [55]. TLR1 43
ATz, W A R UIAR OC (0 40 R — R0 KRR 22 1 [55] [56] . MiE 4l i 2 FEPE D . 7 iE WA
JRIFF et NAFLD ke, 75 NAFLD R R, TLR1 3RIA 56 E415 Holdemanella J& I &
BRFIEMARK, H5H @M TR EE G CR[56]. TLR2 @ik MyD88 {kifiisit5 NOL1 Fl
NOL2 JL[Fi5%] PAMPs (fik 4 (peptidoglycan, PGN). figfi#5E & (lipoteichoic acid, LTA). HEFTHz 1A H 5
% ¥ (lipoarabinomannan, LAM). A5 F AT IKSE 2 PR RC0Y): ABEFUR L, OB RN MP)BIIA i 18 B4 FF
AR, WOE HIE ) TLR2/NF-«B/NLRP3 il 2%, AR #4547 [57] - TLR4 J2& e 5K I TLRs 3244,
HZ 5 RV A4t . LPS (T2 )2 TLRA M BECAR, LPS &4 5[ 41 H ST

DOI: 10.12677/acm.2025.153639 480 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.153639

S YN EE Sy A B PR, B IR AR IS #OE AN E B AN R, AN TR K, FFIE 2 LPS e MR,
LPS @it LPS 454 % F(LBP)-CD14 AW S0, MEMIBE TLRA, filUk 98 A Ik [ M. [58] 514
B EiE T [59]. TLRA Wl 5HEFEMLER 1 2 (MDA EAEA, FFiR%] LPS LLIE MyD88 kit NF-«B
T MAPK %, M-S R A0 R 772 4 [60] [61]. th4h, TLR4 iEATiE MyD88 ARkl (s 5% 5
AT, WOE TRAF3 HI TRAF6, 51K I BIF-H0E OB AR NF-xB 512 R AE MV [51]. TLRS R7# 2K
P R HEE S, TR/ R PE R R, HiB&E O R e 1 (VAP-DEIEH, SR
A . VAP-1 & —FP e 48 88 (1, 55 Y IR 5 2L 23 o 40 58 i 22 05 5 10 JORE R IR AR [62] » X St ok XL
ik 1 RGBSR [63] . fedlx () — U 7L BH, AT 178 i 6 B 1 A 2 1) TLRS/NF-xB AR 14
TE P S A B A (LSEC)H MASLD IR AEFIN B2 — 18] 78 4% 4 [64]. TLRO A7-7E T4l N i 2t b,
IRADAEAE T4 65, F BN IF45 G401 DNA o () oR F LA s ng - BEiR - S 1E14(CpG &), i
it MyD88 fk#fiis il kA5 5 IBE, FEURE R PEAN MR 7 M2 [66]. TLRO 1] LI NAFLD 3 K H
Vo A EE P A R R U5 R 2R R4 DNA (MtDNA)BGE , mtDNA 5@k TLRO i se R s 248, & S3E
JTPEIE A o T AEAC TN i iR R ARBT I R AE[67] [68]

3.2.2. NLRs
FEAL TR AR B R A R R A M 4R T v, FE S e i s R . AR
NP AERfE T 23 4N NLR i 3[69], NLR 4 APUANEZH, 35 NLRA, NLRB, NLRC F1NLRP (% pyrin
S5 A) [70]. NLRC Hl NLRP J&2 5 9 J5 44 N\ A=A ) S B AR AS IR 51 S 1) 9 (1 G822 44 . NOD1
HINOD2 J& T NLRC EA¥, AT U BT 5 = [ 14 40 B M50 70 5 == P P 20 B 2 T TR PG HR (AN [ G R B4
SR RIER N . NLRP6 7EIH 15 6 K e filde L B R SESCEERI[71] [72], 'BR5 ASC Al caspase-1 41
BETERLIRE /MR, TTIEIE 1L-18 F1 IL-18 MIRREARN 3, 15 SAUMIR T2[73] [74], SBUBIFRM: A 3 3R AR
Wz, RN ERMAE, IS . AR T NLRP6 Ji Rk /)N R TE R 1) oo 5 AR
PN 2 [ S, NLRP6 = A5t TLR4 A1 TLRO MEhFIR NI 15 Bk IGER 250428 i o B IR 4 B[ 75]
TAEPR T AR = i I T NLRP6 R VEAR(E 54 SR I B oA 5[ 73], NLRP6 m4EHFfi7iE A5
RS RIS BRI ALK, AT 257 18 MASLD & JEAN MASH, H A2 F#Ik MASLD iR 4% [76].

33. MEERSKE

3.3.1. SCFAs

T 1 117 R (SCFAS) A2 Ji T8 T FoF R TR G £ 21 4 1 R AR =4, Horh ZBR(C2) IER(C3) I T R (C4)
e it i B A (1) SCFAS. SCFAS FENLAARIET AN G e i 15 U7 R #8 HEAEH], R ieai sl Ok
PR R . SCRRER AR S50 RAT . OE RARTURTE I 3 TR DA B 26 AN R i S
[771. Horb, TERRAENE WME YRR £ AR, MR Dse i ZCEEMIEM[78]. T
4] ChREBP #1 SREBP-1 ff1iE 1k, SEURNIAERSANHI[79]. Pk AR TR, T R #hAbd i ug g
EAL Pl I T Y GE 52K« (peroxisome proliferatorsactivated receptor o, PPARa). il AT A 4 E A 5
fEm B R REIL 1 2214 (glucagon-like peptide-1 receptor, GLP-1R)f ik K ik & g £ 1% S0 NAFLD Al
NASH #EF£[80] [81]. PAER R ek 8 = AL e 2 vh I AR R [82] . LI AR T4 2% (2.7~ NAFLD &% Ifil
T T RN IR 2K P REAIR[83] [84], TN & & 7= INIR 2R A T R £h 1) 2 A= o BURE B 247 4, sl R i
JRAR RN IAE S L, FF e IR IR 5 2R 4K 470 [30] [85] [86] -

3.3.2. BBHHE&(Bas)ft ikt
W85 P 0 P A T LA 2§ P 3 ML RO 4L H4E—35 B0 NAFLD [87]. ML 2
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RELEIF I G R, ol 0 IR ANR BRI IR « V2 JERE X SZR(FXR) L2 R I KR L, L E T RE
SR RE VT AR A I AT R . o 108 T A mI S FXR 17 [ 2 52 i R PR 189 (881, FXR wf LU A A ik
X B2 AA (LXR) AT 25 1 frdg A0 [ 19 3 45 o4 45 & 8 (A (SREBP-10) I3 IA, LAY/ BT A g o /2 A0 H- 3 = g
(B B, 33E— 08/ g I A ORRE 5 A o FXR 38 AT 0 AT 46 40 i A K (R 1-(FGF) 15/19. PPARg. GLUT-
4 F1 GLPL EARTFRE R & R, B0 5 & AU [89] [90]. BEAAWF AR, Wiyl BLEAEH T
BAs, /A iHy EhoK il (BSH) I 4A B, BSH AIRESS & IR BRAEMRER, FEURIBE BA ZKFFEAC, %
I BA R[S i1E FXR FIk Lk T i i A8 14 [91] -

T TR Sk KA RE S M A A P I 2 [92] o MR E T IR (PBAS) AN I ik 422 10 1) 975 it v f0 i P8
A KRR TE B RE I RRAS, IERTVENIGIE FXR BOBSh7), S JLAE [ Wkt b 1) R vt B AR R, fR 3
Jir 1 R 4 0 4 52 20 8 AR WD R IR 93] FXR A% 4T 44 £ K [F 7 19 (FGFL9)7E gl b 13RI,
FXR-FGF19 %l {13 vl LAY & 1E % 1 BAs JE kit — 25 045 i i E Y e [35]

3.3.3. AW REITEY

REBR R HATAED), a0 TMA A1 TMAO, &1 AP = EARYI[94]. & F . IEBR. e e E
TR DAY 0 1) B K Al 73 T T R B B R = R e S AR I %) 3 AR o0 R L TMA R R A S 40 [95]
TMA SERE T F KR B, RS RN el TMAO, TMAO T b i [ i i 15 o fh 45 &
1 1c (sterol regulatory element binding protein-1c, SREBP-1c)f38i%, SREBP-1c nJ g2t H i = s (triacyl-
glycerol, TG) & i, HNEJFHENE AL [96]. Sid R NMAAMHEL, NAFLD B IiE TMA. TMAO HlHE,
K52 T [97]-[100]. A WAL RIS I B iE T SR ER TMAO BhF- 5 & 45493 A 22 Bl L~ 2R 4L
WA EsR A o, AR T AL PR A S AR BT ETIR MBI . 0 ) RS [101]. Bh4h TMAO Al 3
ok el R ] 2 A DA L A 5 i g i £ R RO [ B AR AR [202], B LAYSD v LB B PN 410 TMA 1)
e A 5 RE A I B X NAFLD.

4. BIT
4.1. REEEHIFT

AT SR IR 70 32 7 i 38 R B 2R R 55 IR s 5 DDA OC[103], BRI s AR B . aikEon. BB oy
VI CAAERR 738 N IR AR E 2897 NAFLD Al AT I 58 7 1a1[104] . o A2 B2 — PP Re B R 15 1E 23 E S
RGRIETNRE, MR B S M E M [105] . 254 e lE R3S AL B 7S FR I AR YD, gl SRE . (%
ARG R, o] DAk S SUEOA R AN LR AT B A A W A B S ME AR B AR, AU
Fe B, B HEHLRHPURR IR AE IR . B AR a AR A S AR eSS A ik, (BN R E
Fa AR, FLERAT T AISUSORT B AN AT DL R AT I Y30 [ B 7K~ [106], 38 Re 80 i SORE O SR,  fEifiz bJ
R AR AR AR A, Hd s YA e g R GRS B SR A0 R B [107]. — T meta 2 BT R BH, i AR RE
AFLLE TS LPS/TLR4 {5 5l g R IME LPS FHAE TLR4 MM AELE NAFLD [yt J#[108]. %1% NAFLD
B, B REN N EARE . AT DA R, JF T Re s D RE[109] .

42. fiEE

PUAE R BTG E RS BT AN 2 0 DR AN T il e, RESERPR R [110], — IR
W RET, FIARE A 22 AR MCD &% S NASH, 0% 7 B e AN I 18 5 R ThRE s [111].
T — IO e B, LR FLIR TR 3% A 0% 1 DR I 98 1) [0 Bl 440 fi 38 A0 JF Ul A A 2L 6 780 Dy 5 {e AR 138
RA[112]. BeAh, RAER R —MEPiER, iU S D) REAEE W GiE A Y 4H A 25T NAFLD (1)
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PAE[113] [114]; ZHEH R B A E RG> TR 5 S H NAFLD /N IKIHE AR B IF s 1 giE bt
Ba[115]. TSR, WE BRI IEE A — R PTRUEDI RS2 2] TR e . thinz A pF Fi R, FvE
FAREE [ AR B3 HiAlc-Kpn A3 802 7 NAFLD #E8L/N B3 A 1 40 1 M B B S 45 & HE A1 NASH [116].

4.3. ERFBE

JiE R R A P B2 BT NAFLD 9 —FRBT 00367 5R0E, A 0 78R BRARHE R /0N SR 00 i 1 o e it 3%
EABAE(FMT)E NASH /NRIGIE G, BT et Eaicis, NASH /N RIGIE B BFEs R A T i
HAE, LPS /b N B R BRI BN SORE SN, T8 PN 28 B BE A A N [117]. — T LGS R e
R, FMT AT LLE I o538 i T B R St sl FFFE w0 B I AR, AT 804 R 07 JHF i [ 118« — T0K 21
41 NAFLD 835 3E47 40 2 [ Fh AR A B 4 FMT 8T8 R, 5 B4k FMT AHEL, 4 & [F R R0k
ek FMT 55 1 I S A s 1) O B 22 S 28 A, B8 o AT T RV 7 11 2 A B 5 IR B 1 [119], 3R
B [E P AR FMT 556 28 T 041 NAFLD. Rtk fiz 38 o IR A8 1T fe A TR FVG T NAFLD FRHT 505 .
4.4, Hit

JE T A R FERE 1 (GLP-1)RERS % SR 5 K0k, GLP-1 548l 32 14 B sh 71 e ik v TR 97
T2DM FIAEEAE . FlHr & k& —Fh GLP-1 K04, WIFEAK HFD 5% 1) NAFLD /N BRI 28 RE A1 IR 7 HERR,
A WS 2 BOR i TE S A B O A6 [120]. AR FSIER, S HBAGEA R C 5, NAFLD BH AT
ThE 5 8 U AN i i e 2 REERE N [121] . /NEETR(BBR, CaoH1sNO4) i — i 32 B WA 42 HL
S BRI AN A, BBR FIThAEAHEFFAR 11 AU 380 A S e & R Uk [122], B W IUIE
B, BBR L350 7 1 A ek m 1 g B AR89 [123]-[126] . M e K Je —Fh 2y B, B B
ToL PUEAL . B MBTETEYE, HOAid toll KES2 44 4/INF-«B 15 53l e VK & I o A A iy 1 11 P47 [ 1271
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5. REESRE
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